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Correspondence: Hackney Hospital, Homerton High Street, London E9 6BE (Accepted4 June 1986) British Journal of Psychiatry (1987), 150, 249â€"250 Sovner et al (1985) proposed that the presence of Down's Syndrome (DS) precludes the possibility of concomitant mama, and this is not a new claim, since Earl (1961) had stated that neither cyclothymia nor manic-depressive psychosis occurred in the mentally retarded. While Sovner et al conceded that cases of mania in individuals with DS may simply have gone unrecognised or unpublished, they felt this to be unlikely. However, lest this suggestion enter the canon, we present a previously unreported case of a young adult with both DS and recurrent mania.
Case report
A moderately mentally retarded, 23-year-old man was brought to a university psychiatric clinic by his mother because she was concerned about his increasing activity, increasinglygrandioseideas and decreasedsleep. Down's Syndrome had been previously diagnosed on the basis of physical stigmata at examination, as well as trisomy 21 on chromosomalanalysis.There was no familyhistory of psychiatric illness. The patient had had a similar episode 2 years previously, characterised by increased hyperactivity, increased rate and volume of speech, and decreased appetite and sleep. Thioridazine treatment was instituted at that time, following which the patient became somewhat sedated; the symptoms had remitted within a month.
Two months before the most recent referral, the patient had once again shown increasing levels of activity and On each of the two nights immediatelybefore beingseen, he sleptat most2-3 hours, and wasreportedlydancingand singingwhen awake, although it was in the middle of the night. When seen, thepatient was dressed like a certain pop Singer, and demanded to be called by that singer's name, stating that the examiner was a television producer inter viewinghim for a job. The patient's affect was characterised by rapid swings from elation to irritation, when his mother did not respond to his grandiose statements, but when not Although uipolar mania and bipolar affective disorder may be less prevalent than uipolar depres sion in individuals with DS, this case shows that the two disorders are not mutually exclusive. However, much remains unknown about the incidence and prevalence rates of psychiatric disorders in DS, as well as in other types of mental retardation. If the prevalence rate of bipolar illness in DS is indeed less than in control populations, interesting possibilities are posed for further investigation of genetic predisposition to and protection from psychiatric illness.
Sovner eta! (1985) have suggested an explanatory hypothesis for mania being incompatible with DS that alterations in monoamine activity inhibit the development of maniaâ€"but present understanding of the pathophysiology of both conditions is too limited to support the contention of mutual exclusiveness.
In fact a case can even be made for a heightened association of DS and bipolar affective illness. Prange et a! (1974) hypothesised that low indole amine activity â€˜¿ permits' development of mania, when it is present with elevated catecholamine activity. In subjects with DS, blood 5-hydroxyindole levels (Rosner et a!, 1965; Tu & Zellwegger, 1965) and serotoin uptake into platelets (Boullin & O'Brien, 1971 ) have been reported to be decreased, compared with controls. According to Prange's hypothesis, this should lead to an increase in the incidence of mania in individuals with DS, but as yet, too little is known of the biology of both DS and mania: there are still contradictory data. For example, CSF 5-hydroxy indoleacetic acid levels in patients with DS have been found not to differ from those of neurological controls (Lott et al, 1972 , Tu & Partington, 1972 . Epidemiological studies of psychiatric illness among the mentally retarded have been only limited; as a whole, they suggest that such illness is at least as prevalent as in the general population (Parsons  et a!, 1984) . Psychiatric diagnosis in the mentally retarded illustrates the importance of diagnosing each case on the clinical data, rather than on theories of pathogenesis (Sovner & Hurley, 1983) .
